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thinks that it is the direct result of the tuberculous process on the 
lymphatic apparatus of the liver, the lymph outflow being hindered 
and the fat retained. In our series it was present in 35 cases, 
or 35 per cent. 

Congestion. The occurrence of congestion in the liver is, of 
course, not characteristic of this disease, and yet it is an almost con¬ 
stant finding. In chronic lung disease the embarassed respiratoiy 
apparatus, with its effect upon the right heart, sooner or later gives 
rise to passive congestion. The liver, with its close proximity and 
its blood supply, is one of the first organs to show the change. In 
our cases we classified the congestion as slight, moderate, and severe. 
There were 25 cases of slight congestion, 47 of moderate, and 
22 of severe. In 6 eases congestion was not present. 

Conclusions. 1 . Miliary tubercles are found in the great 
majority of the livers of the cases of chronic phthisis autopsied. 

2. Solitaiy tubercle of the liver is a very rare manifestation. 

3. The infection probably is hematogenous, the bacilli being 
carried to the liver by the portal vein and the hepatic artery. In 
most cases the infection arises in intestinal ulcers. 

4. Passive congestion of the liver is found in nearly every case of 
pulmonary tuberculosis, while amyloid and fatty change are found 
in a relatively small number of cases. 

5. From our eases we are not convinced that a fibrosis or cirrhosis 

of the liver due to the tubercle bacilli does occur, and are more 
inclined to think that the fibroses found are due to other etiological 
factors. b 

My thanks are due to Dr. C. Y. White for the material on which 
this report is based. 


ASCITES IN OIRBHOSIS OP THE LIVEE CUBED BY REPEATED 
TAPPINGS. 

By Henry S. Patterson, M.D., 

ASSOCIATE IS Afruri) THERAPEUTICS IS THE COLLEGE OP PHTSICIASS AND BURGEONS, 
COLUMBIA UNIVERSITY, NEW YORKS DEPUTY ATTENDING PHYSICIAN TO 
THE UCDSON STREET HOSPITAL, NEW TOUK. 


In a paper widely read and frequently quoted. Hale White 1 
has expressed himself in very pessimistic terms concerning ascites 
in cirrhosis. In studying the records of Guy’s Hospital for five 
years, the works of Frcrichs 3 and Murchison, 5 and a paper of Dr. 
F. Taylor, 4 he was unable to find a single patient with ascites due 

1 Guy’s Hospital Reports, 1803, xlix, 1 . 

! ^ Clinical Treatise on Diseases of tlio Liver. Tlie Sydenlmm Society, London, 1861. 

Diseases of the Liver. 1867. « Guy’s Hospital Reports, xxxvi. 
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to uncomplicated cirrhosis who had lived long enough for a second 
paracentesis. He insists that a patient with alcoholic cirrhosis and 
ascites has not long to live. At the opening of his paper he says: 
“Another point which I shall try to prove is, that if a patient, who 
during life is supposed to be suffering from cirrhosis of the liver 
with ascites, has the abdomen tapped, but life is sufficiently pro¬ 
longed to allow a second paracentesis to be necessary, the diagnosis 
of cirrhosis of the liver is almost certainly completely wrong, or, at 
any rate, the patient has something else the matter in addition to his 
cirrhosis, and further, it is highly probable that he has some form 
of chronic peritonitis, of which what is ordinarily called perihepatitis 
is merely a variety/* Although written fifteen years ago, and 
although Hale White’s principal objection to the cure of ascites in 
cirrhosis has been removed by autopsy experience, his paper in its 
main contention that many alleged cirrhotics are suffering from some 
entirely different disease holds perfectly good today. In mentioning 
some recorded cases of cured ascites in cirrhosis, Quincke and Hoppe- 
Seylcr 5 remark: “When in uncomplicated cirrhosis ascites once 
develops, it disappears only exceptionally.” Hilton Fagge® stated 
his belief that death in cirrhosis occurs from six weeks to six months 
after the detection of ascites, although he admitted the possibility 
of cure. 

In view of the acknowledged rarity of the event under con¬ 
sideration, the following case report is perhaps not inappropriate: 

History 57C2, new series. Male, aged fifty-eight years, Italian, 
married, car cleaner; admitted to the Vanderbilt Clinic, October 
9, 1907. 

His mother and father died of old age. He does not remember 
having had the diseases of childhood nor any other acute disease; 
denies all venereal infection. Up to five months previous to ad¬ 
mission he drank very heavily, and was in the habit of taking 
ten to twenty “whiskies” daily, often some before breakfast He 
was also in the habit of consuming much beer and wine. His 
misuse of alcohol existed over many years. Six months previous 
to admission the patient noticed that his feet and s hins began to 
swell, and two months later that his abdomen was becoming larger. 
Within a month the belly became so large that paracentesis was 
performed, and five and one-quarter gallons of amber-colored fluid 
was withdrawn. A month later a second aspiration was made, and 
four and one-half gallons was removed. A third tapping was made 
two weeks previous to admission, and the patient says an indefinite 
amount of fluid was obtained, and some blood came away in addition. 
Since the last aspiration the abdomen has become rapidly larger, 
and causes much discomfort; he is obliged to get up two or three 

* Krankheiten der Leber, Nothnagel, Spec. Path, trnd Therap.. 1899, p. 381. 

• Guy's Hospital Report*. 1875, Third Series, xx. 155. 
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times at night to urinate. He has had some gastric discomfort, 
but no vomiting nor hematemesis. He has had no tarry stools. 
He has become much thinner about the face and limbs, has lost 
much strength, and feels very weak and ill. He has had no fever, 
no cough. His appetite is fair and his bowels are regular. 

Examination showed the patient to be poorly nourished. The 
heart was slightly enlarged to the left; but otherwise negative. The 
pulse was 108, regular, and rather weak; there was moderate thicken¬ 
ing of the radials. The lungs were negative. The abdomen was 
large and pendulous; the superficial veins were visible. There was 
movable dulness and a fluid wave. The liver and spleen could not 
be made out on account of fluid in the belly. There was moderate 
oedema of the shins. The urine contained a moderately heavy 
trace of albumin. 


On October 14 the abdomen was aspirated at the patient’s home, 
twenty-one quarts of clear serum being obtained. On October 21 
the patient was admitted to the Roosevelt Hospital at his own re¬ 
quest. He was aspirated once in the hospital. On November 19 the 
abdomen was aspirated, and twenty-five quarts was obtained. On 
December 3 twenty quarts were obtained, and on January 4 twelve 
quarts; the oedema of the abdomen, etc., had gone. On January 28 
the circumference of the abdomen was forty-four inches. The 
urine was smoky and had a red sediment, contained a marked trace 
of albumin, but no sugar; a few hyaline casts, much blood, urobilin¬ 
ogen were present. On March 6 the patient said he felt well; the cir¬ 
cumference of the abdomen was forty-one and one-half inches. The 
liver-edge could be felt four and one-half inches below the free margin 
of the ribs in the nipple line (it was never felt before). The spleen 
was felt for the first time, one and one-half inches below the left free 
costal margin. On May 21 the circumference of the abdomen was 
forty-one inches. The patient felt perfectly well and returned to 
work. On October 30 the patient had grown fat, was very active, 
and felt entirely well. He had returned to his excessive alcoholism! 
Spider angioma and dilated venules of the face had appeared. 
The liver and spleen were palpable. There were no signs of fluid. 
The circumference of the abdomen was forty-one and one-quarter 
inches. 1 


Syphilis of the liver was suggested, and the possibility of the 
cure being due to antisyphilitic treatment was discussed. As the 
patient gave no history and showed no traces of that disease, os the 
liver when finally palpable presented none of the. physical features 
so characteristic of syphilis of that organ, and as the antisyphilitic 
treatment amounted to only a few drams of potassium iodide over 
the entire period of observation, it seemed that hepatic syphilis did 
not merit serious consideration. 

The question arose whether cardiac insufficiency was operative 
m producing the ascites. The history states that the first objective 
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deviation from normal health was swelling of the legs, a mani¬ 
festation not ordinarily referable to portal obstruction. Freriehs 
has stated that too much importance must not be placed in the 
appearance of ascites before oedema of the feet, for, as he points 
out, in some cases of cirrhosis ascites and oedema of the lower ex¬ 
tremities come on together. It is possible that in the case here 
reported the accumulation of fluid in the abdomen escaped the 
patient's notice for some time. .While under observation the 
most rapid accumulation of ascitic fluid seemed to be coincident 
with the greatest degree of oedema of the legs and scrotum, and it 
is a fact of some significance that he was given the infusion of digi¬ 
talis for a long time. Consequently, it seemed probable that the 
ascites was due in this case to an intrahepatic portal obstruction in 
an individual whose systemic circulation was not altogether ade¬ 
quate. 

The patient died March 17, 11X39, after having had the symptoms 
of intestinal obstruction for one week, probably due to a strangu¬ 
lated umbilical hernia. Permission was granted to make a small 
incision in the abdominal wall. About a quart of fluid was found 
in the peritoneal cavity, probably incident to the condition from 
which he died. The transverse mesocolon was adherent to the 
abdominal wall from the ensiform cartilage to the ninth right car¬ 
tilage, and to the liver below and to the right of that point. The 
adhesions were not dense, nor highly vascularized. The liver was 
adherent to the diaphragm by a very few readily broken adhesions, 
was greatly diminished in size, and showed the lesions of advanced 
cirrhosis. There was no perihepatitis. The peritoneum, ns far as 
could be seen, showed no evidence of acute or chronic inflammation. 

A review of the literature furnishes a few examples of ascites in 
cirrhosis cured by tapping. MacDonald' has had two cases of ascites 
in cirrhosis cured by tapping. An intemperate butcher, aged 
forty-eight years, who was aspirated twenty-one times over a period 
of nine months, was back at work, without ascites and feeling 
perfectly well, eight months after the last paracentesis. Another 
patient, admitted to the Montreal General Hospital in August, 
1SS5, after sixty tappings, was cured of ascites, and four years after 
the last operation had had no return. Cheadle* gives the history 
of a very alcoholic woman who was tapped twice. Fluid did not 
return, the patient gained weight and left the hospital. Nine months 
later she had to be aspirated a third time. She went through a 
pleuropneumonia, and although in an apparently hopeless condition 
recovered. Two months later she succumbed to an acute bronchitis. 
The postmortem “disclosed a contracted, typically hobnailed, 
cirrhotic liver, weighing thirty-eight ounces, with thickened capsule, 
but no general perihepatitis or peritonitis, and no thickening of or 


7 Med. News, 18S9, Iv, 398. 


* Lancet, 1900, I, 9S7. 
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adhesion to neighboring structures.” Cheadle also details the ease 
of a cabman, aged forty-three years, of very intemperate habits, 
who was tapped nineteen times between April and August, 1S94, 
the last aspiration being August 19. In August, 1895, he was 
re-admitted for hematemesis, from which he died. The liver was 
contracted, markedly hobnailed, weighed forty-eight ounces, 
and was covered by a “thick false membrane.” There was no 
general peritonitis. H. P. Hawkins” mentions an alcoholic who 
came under Murchison’s care for cirrhosis and ascites. He became 
a total abstainer, lived twelve years without ascites, and died of 
granular kidneys and peritonitis. Autopsy showed a hobnail liver. 
In Casati’s 10 case, a cirrhotic with parenchymatous nephritis and 
diabetes mellitus recovered after one hundred and eleven aspirations. 

In a series of 56 hospital cases, over a period of twenty years, 
Saundby 11 has contributed 3 cases in which the ascites incident to 
cirrhosis disappeared after a number of tappings. Case ni was 
tapped four times in five years and then had no return. Case LV 
was tapped twice, lived comfortably for three years, and then died 
by accident. Case LXVIH was tapped five times between June and 
October, 1901, and had no return of ascites up to the time of writing 
in 1905. Grasty’s 13 case required twenty-one tappings in thirteen 
months, and at the time of reporting had been free from ascites for 
two years. Courmont 13 has contributed one case of ascites, cured b 
a salt-free diet Bristowe** has recorded 3 cases of ascites in cirrhosis 
which have been cured. Hale White, while admitting that these 
cases present very strong evidence of the curability of the condition, 
objected that there had been no autopsies to prove it. The objec¬ 
tion, however, has since been weakened by the cases of Cheadle 
and Hawkins. 

The disappearance of ascites is generally supposed to result from 
the development of a collateral anastomosis between the portal vein 
and the vente cavm, by paths too well known to warrant description 
at present Admitting that such a communication is essential to 
the cure of peritoneal dropsy, it seems that other elements arc 
involved in the process. 

A consideration of certain observations, fairly common in the 
experience of medical men, may aid to an approximately accurate 
understanding of the disappearance of ascites in some cases of portal 
cirrhosis: 

]• Ascites is sometimes observed when the only demonstrable 
lesion in the liver is chronic passive congestion resulting from 

• Allbutt’s System of Medicine, 1908, iv. Part 1,180. 

10 II xacoglitore medico, 1893, Fifth Series, xvi, 161. 

11 Practitioner, London, 1905, Lcriv, 758. 

u The George Washington Bulletin, 1900, v, 45. 

11 Bull de la soc. m^d. des hflp. de Lyon, 1904, iii, 48. 

“ Brit. Med. Jour., 1892, i, 847. 
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cardiac insufficiency with or without valvular disease. Hart 15 
has examined 35 cases of “high grade, central, red atrophy,” 
occurring in adhesive pericarditis, valvular and muscular disease of 
the heart Normal livers were used as controls. The microscope 
showed dilatation of the central veins and capillaries. The liver 
cells were normal or diminished in size toward the periphery of the 
lobule, but toward the central vein the diminution became more 
marked, the cells appearing atrophied. The protoplasm in this 
situation limited itself to a small rim, until in the centre of the lobule 
only nuclei and their fragments were to be found. In the capillaries 
coagula were found which proved to be fibrin, and Hart concluded 
they were formed antemortem. Hale 'White has drawn attention 
to the rapid accumulation of fluid in some cases, and considers it 
difficult of explanation if compression of the portal radicals by slowly 
forming connective tissue is to be regarded as the sole cause of 
ascites. He suggests that rapidly accumulating ascites “ is due to 
thrombosis of some of the minute branches of the portal vein within 
the liver.” 

2. After more or less prolonged alcoholic excess, cases of oedema 
of the lower extremities are occasionally seen, without abnormal 
signs in the heart and without albuminuria. Rest and removal 
of alcohol suffice to cure the oedema. 

3. In a certain number of alcoholics, the liver is found to be dis¬ 
tinctly enlarged. After alcohol has been withrawn for a number 
of weeks, the edge of the liver is not as far below the costal margin 
as previously, and, indeed, in some cases is no longer felt. Quincke 
and Hoppe-Seyler speak of an enlargement of the liver in persons 
who subsequently become cirrhotic, probably due less to connective 
tissue than “to fat infiltration and congestion.” 

4. In some cases of cirrhosis, the disappearance of ascites seems 
to be coincident with the cessation of alcoholism. This was a 
notable feature in the case of Hawkins. 


In view of these clinical and pathological facts, apparently 
indicating the ability of alcohol to depress the circulation and directly 
or indirectly to induce hepatic hyperemia, and in view of the fact 
that in the case here reported oedema existed which cannot be 
altogether explained by portal obstruction, an improvement of 
systemic circulation—in this case at least—seems a likely factor 
in the cure of ascites in cirrhosis. 


14 Beit. *ur path. Aimt. u. x. allg. Path., 1004, xxxv, 303. 
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